Previously we provided evidence that the anticipation observed in bipolar (BP) disorder may be explained by expanded CAG/CTG triplet repeats. Data were generated with the repeat expansion detection (RED) method in a BP case-control sample showing a significant association of BP disorder with expanded CAG/CTG repeats (RED products of 120 bp). In this study we demonstrated that 86% of the RED expansions could be accounted for by the ERDA1 and CTG18.1 CAG/CTG repeats located respectively on chromosomes 17 and 18. Further, significantly different allele distributions were observed for ERDA1, with a larger proportion of BP patients (34.7%) carrying one or two expanded ERDA1 alleles (CAG/CTG repeats G40) than controls (19.2%) (P ‫؍‬ 0.032). Also, a negative correlation was observed for ERDA1 between CAG/CTG length and age at onset in affected offspring of eight BP families. Although interesting, these data should be interpreted with caution since the ERDA1 association did not remain significant after correcting for multiple testing. Also, no linkage was observed between BP disorder and expanded ERDA1 alleles in the families.
INTRODUCTION
Bipolar affective disorder (BP) is a severe psychiatric condition that is characterized by disturbances in mood, ranging from an extreme state of elation (mania) to a severe state of depression. Type I BP illness (BPI) is characterized by major depressive episodes alternated with phases of mania, and type II BP illness (BPII) is characterized by major depressive episodes alternating with phases of hypomania. Relatives of BP probands have an increased risk for BP spectrum disorders, comprising BP, unipolar disorder (patients experiencing only depressive episodes; UPR), major depressive disorder (MDD), cyclothymia (minor depression and hypomania episodes; CY), and schizoaffective (SA) disorders of the manic and depressive type. The involvement of genetic factors in the etiology of BP spectrum disorders was suggested by family, twin, and adoption studies (Mendlewicz, 1994) . However, the exact pattern of transmission is unknown. In some studies, complex segregation analysis supports the existence of a single major locus for BP. Other researchers propose a liability-threshold model, in which the liability to develop the disorder results from
